Molecular epidemiology of human cancer risk. Gene-environment interactions and p53 mutation spectrum in human lung cancer.
Molecular epidemiology of cancer risk utilizes knowledge of both the genetic changes in cancer and the current hypothesis of chemical carcinogenesis when selecting possible markers for individual susceptibility, early disease, and biologically significant exposure. Polymorphisms of drug-metabolizing enzymes, especially CYP enzymes, and mutations in the p53 tumor-suppressor gene have been in the center of interest for the past decade. Both have shown promise, CYP polymorphisms as markers for individual susceptibility and p53 mutation spectrum at population level for specific exposure. However, it is probable that very few markers, if any, are sufficient alone. Future challenges for molecular epidemiology in the lung cancer field include pursuing ethically the best performance in applying that knowledge, in addition to the development of reliable and well-validated markers.